of the cleaned tanks. Within four weeks both had developed severe chloracne. Comment 2,4,5-trichlorophenol is used as an insecticide and herbicide and is prepared by the alkaline hydrolysis of tetrachlorobenzene, when one chlorine atom is replaced by a hydroxyl group; it does not produce chloracne even when painted on a rabbit's ear in 10% concentration (Kimmig & Schulz 1957) . If the reaction is not carefully controlled, endogenous heat leads to the formation of more complex byproducts and also the risk of explosion.
When over 70 workers at this plant developed chloracne following the explosion, extreme efforts were made to prevent further contamination, and analysis ofresidues at the site revealed the presence of the extremely potent acne inducer tetrachlorodibenzodioxane. This chlorinated dibenzyl cyclic ether has been responsible for similar outbreaks of acne in association with explosions (Crowe 1970) . Even a 0.001 % solution has produced acneiform changes in a rabbit's ear and it is also hepatotoxic in animals.
The original cases remained severe for 1-1 years after the explosion, many still showing signs over three years later. More worrying was the occurrence of our cases after an interval of nearly three years. They probably chanced upon a pocket of contamination, tetrachlorodibenzodioxane being almost indestructible and very persistent. No regular employees, even at the explosion site, developed trouble later and the little equipment salvaged was considered harmless after steam cleaning. Rabbits maintained inside these vessels did not develop skin damage. These two men have been very unlucky.
Our patients did not show abnormal liver function tests or serum lipid levels as described in the Japanese outbreak of biphenyl poisoning from contaminated rice oil (Katsuki 1969) . In a report from France (Dugois et al. 1968) chloracne followed an explosion in a trichlorophenol plant where, after a single exposure, malaise, anorexia, weight loss and raised serum cholesterol and lipid levels occurred. Patients investigated in an outbreak in Germany had evidence of liver damage. Systemic absorption, as in the cases of biphenyl poisoning, cannot therefore be excluded.
Case 3, the son of Case 2, was regularly in close contact with his father whilst still wearing his working clothes, the presumed source of the child's contamination. Cases of wives and children developing chloracne have previously been recorded (Good & Pensky 1943 Dr H R Vickers: The first cases of chloracne I saw occurred during World War II in young women fixing heavy electric cables round ships to neutralize their magnetic fields so as to protect them from mines. The insulating material in the cable caused the trouble. Since then cases have cropped up from time to time, chiefly in the electroplating industry. This new outbreak demonstrates well how chloracne can be produced by minute amounts of the responsible substances.
Dr K D Crow: I think it likely that, despite thorough cleaning of the pressure vessel, so potent a substance as tetrachlorodibenzodioxane may still have remained in threads, pipe flanges or similar crevices in sufficient quantity to cause severe chloracne.
Dr G May (Bolsover, near Chesterfield, Derbyshire): In connexion with the original incident referred to by Dr Jensen, almost all the 79 cases of chloracne recorded in 1968 resolved within months. Where infection was present it was controlled with oxytetracycline; mild cases of chloracne were treated with lotio pot. sulphurat.; resistant cases were given steam baths and then subjected to irradiation with ultraviolet light.
In reply to the suggestion that flanges on the particular vessel under suspicion may have been the source of contamination in Dr Jensen's cases, this could not be so as these flanges had been replaced by other workers. Samples of deposits from within the vessel were subjected to gas-liquid chromatography in the search for tetrachlorodibenzodioxane, without success (negative to 1 part in 1010). Further samples were therefore submitted for biological assay, but with completely negative results. tized. Two years previously he had been investigated for a single episode of haemoptysis but only bronchitis was found. Has drunk ten pints (61.) beer and smoked 0.5 oz (15 g) tobacco as cigarettes daily for many years. Recent loss in weight of 2 stone (12.6 kg). No family history of porphyria as far as was ascertainable.
On examination: Liver enlarged 1j hands' breadth below costal margin; firm with irregular edge.
Investigations: ESR 70 mm in 1 h (Westergren), Hb 16.5 g/100 ml, WBC 14 700/mm3 (neutrophil leukocytosis). Serum iron 80,g/ml, TIBC 350 ,ug/ml. Serum albumin 3.5 g/100 ml, globulin 3.8 g/100 ml. Electrophoresis: reduced albumin, nonspecific elevation of globulins; alkaline phosphatase 20 K-A u/100 ml, SGOT 146 u/ml, total bilirubin <0.8 mg/100 ml. RA latex positive; LE cells negative; ANF positive 1:40.
Bromsulphalein excretion test: 25 min, 34% dose retained; 45 min, 27.5% dose retained. Liver biopsy: fatty degeneration consistent with alcoholism. Chest X-ray: ill-defined opacity just mg/24 h coproporphyrin (normal 60-250 ,ug/24 h); 6.6 mg/24 h uroporphyrin (normal 15-30 pg/24 h). No facal porphyrins. Treatment and progress: The rash cleared in four weeks while he was abstaining from alcohol and avoiding sunlight. Liver function also improved and urinary porphyrin excretion lessened (Fig 3) . The opacity in the chest X-ray had not been present in an X-ray taken three weeks previously. Although sputum and bronchoscopy were negative for evidence of a neoplasm, a left thoraco-tomy was performed and a poorly differentiated bronchial carcinoma removed by left upper 7. 6. No metastases were seen at operation An IVP had revealed hydronephrosis on the right side. Its cause, however, has not been further elucidated as it was felt that the patient had been. sufficiently investigated.
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Postoperatively he did well (ESR falling to 32 mm in 1 h, WBC to 10 200/mm3), but two months after discharge from hospital he suffered general malaise, aches and pains and stiffness in the shoulders, wrists, hips and ankles. ESR and SGOT rose and serum albumin fell. On phenylbutazone 200 mg t.d.s. he improved, as did biochemical and hvmatological findings. X-rays of chest, wrists and ankles revealed no signs of metastases or hypertrophic pulmonary osteoarthropathy.
Comment
We consider the patient has four separate disease entities but wonder about possible relationships.. The patient, a single Irishman aged 37, presented in 1967 with a widespread eruption over the face, scalp and chest which had developed while he was working underground in pressurized conditions. The lesions became typical of discoid lupus erythematosus when the infection subsided. He denied heavy alcohol consumption. Investigations at this stage showed no serological changes of LE though histology from the skin lesions was typical. There were minor abnormalities of liver function, demonstrated by an inverted albumin/ globulin ratio and a slightly elevated SGOT (75 u). Over the next two years he received topical and systemic steroids, antimalarials, sunscreens, &c., with moderate control of skin lesions but without affecting additional symptoms such as joint pains and transient but definite arthritis. In 1969 he developed neurological symptoms consisting of headaches and attacks of altered consciousness, varying from dizzy spells to periods ofcomplete loss ofconsciousness. In these attacks he injured himself on more than one occasion, though there was no incontinence or tongue biting. In 1970 he suffered from bilateral effusions in knee-joints and showed hepatomegaly. Investigations: Full blood count normal. ESR 70 mm in 1 h (Westergren) on various occasions. Serum proteins: total 6.9, albumin 2.9, globulin 4.0 g/100 ml; alkaline phosphatase 15.5 K-A units, SGOT 158 u, bilirubin normal; LE cells not seen on four occasions, LE latex and ANF negative; RA latex and Rose-Waaler positive (1:256). Faecal and urinary porphyrins negative on screening tests. Quantitative testing of urinary porphyrins: coproporphyrins 207 pg/24 h; uroporphyrins undetectable. Liver biopsy showed gross degenerative changes mainly of fatty infiltration compatible with chronic alcoholic toxicity. No overt cirrhosis was demonstrated. The biopsy specimen fluoresced bright reddy-pink when examined under the Woods light.
Discussion
Although there is no evidence associating lupus erythematosus with porphyria, there are now at least 14 cases in the literature of coexistence of the two diseases in one patient (Hetherington et al. 1970 ). These reports link various kinds of porphyria with discoid and systemic LE ( Table 1) . The similarity between the two conditions may be diagnostically misleading in cases in which the LE is particularly light-sensitive. Although the biochemical investigations in this case do not suggest porphyria, the fluorescence of the liver tissue is suspicious of incipient or latent disease.
In 1969 Lundvall & Enerback described a simple technique using hepatic tissue aspirated down a fine needle as a source of fluorescent material for establishing a diagnosis of porphyria. They investigated 19 cases of porphyria cutanea tarda and found uroporphyrin fluorescence of varying degree in all of them; 21 of 22 controls were negative but one of the control group who had fluorescence was shown, on closer investigation, to have latent porphyria. These authors identified the substance responsible for the fluorescence as uroporphyrin. It has a characteristic strong pinky-red fluorescence when excited by a fairly wide range of ultraviolet wave lengths, particularly at 400 nm. Chloroquine, though weakly fluorescent, has a different wave length of emission and excitation. The procedure of investigating hepatic tissue for fluorescence was probably first described by Lamont et al. (1961) , and has been reported on various occasions since. 
